Section ofComparative Medicine 483 population in the skin decreased little after twelve to twenty-four months of treatment (Waters & Rees 1962) . Treatment with DDS, therefore, appears to kill the bacilli, thereby significantly reducing the infectiousness of the patient, but the host is unable to destroy the dead bacilli rapidly or efficiently. Since it is well known that during treatment the skin lesions in leprosy take several years to disappear and during this period the patients often present serious clinical manifestations including 'reactions', it is probable that many manifestations in leprosy are brought about by dead rather than living bacilli. Shepard (1960a, b) claimed the successful transmission of human leprosy to the foot-pads of mice. We have now confirmed his claim (Rees 1964) with 21 strains of Myco. lepra, obtained from Malaya (15), East Africa (1), Burma (4) and the West Indies (1). All 21 strains have produced an infection in the foot-pads of mice and first passage has been obtained with 10 and a second passage with 3 strains. It is of interest that an identical foot-pad type infection was obtained from both lepromatous (18) and borderlinetuberculoid (3) leprosy patients. The infection is confined to the foot-pad and bacillary increases are limited to approximately 100-fold, although it can be maintained successfully by passage. The calculated generation time of Myco. lepraw in the foot-pad is approximately fifteen to twenty-five days. Histological examination has revealed also that nerves in the foot-pad tissues and the corresponding sciatic nerve are infected.
The foot-pad type of infection obtained with
Myco. lepra is reproducible in different strains of mice and has been reported to occur in the footpads and ears of hamsters and foot-pads of rats. Although a limited infection, it can be used for testing antileprosy drugs and is, for example, completely inhibited by DDS. Our own preliminary studies indicate that bacilli from some cases of leprosy which relapse during treatment with DDS can produce infections in mice that also fail to respond to DDS, thus indicating for the first time the presence of DDS-resistant strains of Myco. leprae. we possess an insight into the symptomatology and histopathology of this skin disease. Though in many respects (clinically, histologically, and in the morphology and arrangement of the acid-fast bacilli) it resembles lepromatous leprosy in man, the question of mutual infection of man and animal still remains unanswered. Cultivation and extensive transmission efforts by Lobel and myself, utilizing rats, mice, chickens, guinea-pigs, swine, horses, monkeys, dogs, cats, rabbits and reptiles gave only negative results. Some of the rabbits and guinea-pigs were subjected to totalbody irradiation and others were treated with cortisone in order to lower their resistance. I have, however, been able to reproduce a subcutaneous buffalo-leprosy nodule in a bovine and a human-leprosy lesion in a water buffalo calf by a subcutaneous transplantation of a small piece of buffalo and human material respectively. The nodule, however, remained localized. Dr Ressang illustrated his account of leprosy of the Indonesian water buffalo with a colour film and gave the following references to published work on this subject:
